A case of herpes encephalitis is reported in a patient who had cranial irradiation and high dose steroids for a cerebral neoplasm. Before radiotherapy the patient had had herpetic infections of the skin and eye.
Introduction
Little is known about the relationship between herpes encephalitis and recurrent herpetic infections of the eye and skin. A patient is presented who, following a recurrence of herpetic ulceration of the cornea, developed herpes encephalitis. It is suggested that special factors in this case explain the sequence of events, and their therapeutic implications are discussed.
Case report
The patient, a 61-year-old wholesale furrier, presented with a 3-week history of short-term memory loss, inability to concentrate at work and mild occipito-frontal headaches. For many years he had had recurrent herpes labialis. In 1975 (Johnson, 1964; Wildy, 1967) have shown that the virus can reach the CNS by way of peripheral nerves moving in a centripetal fashion from one endoneural cell to the next via the cell interspaces; an alternative intra-axonal route has also been proposed (Kristensson, Lycke, Strostrand, 1971) . In human encephalitis, it is thought that the common mode of infection is from the nasal mucosa to the olfactory bulb and then to the temporal lobe (Flewett, 1973) . This suggestion has been supported by experimental animal studies (Johnson, 1964) . The present authors propose that an alternative route may be by direct spread from the trigeminal ganglion. The virus has been isolated from the trigeminal ganglion of cadavers (Baringer and Swoveland, 1973) and from animals with acute (Baringer and Griffith, 1970) and chronic (Stevens, Nesburn and Cook, 1972) corneal infections. Following recovery the virus has been shown to persist in the trigeminal ganglion (Stevens et al., 1972) . The trigeminal ganglion lies in close proximity to the uncus of the temporal lobe, but whether this is the latent reservoir from which patients with herpes encephalitis become infected is uncertain; special factors in the present patient make this a tenable hypothesis.
It has been suggested that patients with recurrent herpes labialis may have a specific impairment of macrophage migration inhibition and reduced lymphocyte toxicity (Wilton, Ivanyi and Lehnar, 1972) . Cell-mediated immunity is further impaired in patients receiving steroids and immunosuppressives and a recurrence of severe herpetic infections has occurred in patients when placed on these drugs (Montgomerie et al., 1969) .
This patient, on a high dose of steroids with active herpetic disease of his cornea and mouth, was thus at risk from systemic spread.
Radiotherapy had been shown to disturb the blood pain barrier in direct proportion to the dosage received (Clemente and Hoist, 1954 
